In this part of the world it seems to me that laryngeal muscle paralyses are less frequent than in the parts of Europe where I have been a student (Germany, Austria, London and Paris). But even where such lesions are more frequently seen, a peripheral paralysis of the cricoartenoideus posticus must still be a rare lesion, judging from experience and recorded instances. In addition, the case that I have had the opportunity of obser.ving possesses some remarkable features, notably that three separate acute attacks have occurred' in the course of simultaneous acute laryngitides. From the first there was complete recovery, from the second a trace of narrowing of the glottis remained, and from the third a distinct permanent narrowing followed.
. H. F., a German, thirty years old, a practioner of medicine, whose history in every way is negative, consulted me March 25, 1906 , for what seemed a moderate grade acute laryngitis of grip origin. Within twenty-four hours appeared unequivocally a bilateral posticus paralysis, beyond question of peripheral origin, a part of the acute process in the larynx. He became unable to open his glottis, and the dyspnea which followed was very great. His cords stood less than two millimeters apart posteriorly. Arrangements were made for an emergency tracheotomy, which was finally omitted because he improved. As the acute laryngitis subsided his cords began to open, and in three months his glottis appeared normal. He remained well for aBout a year, when he developed another ·Presented as a candidate'a tbeaia to tbe American Laryngologieal, Rhinological and OtologicalSoc1ety, at Atlantic City, N. J., June 19 and 20, 1914. acute laryngitis with paralysis of both cricoarytenoidei postici similar in every way to his first attack, except that he did not develop such high grade dyspnea, probably because he then understood better how to care for himself. The second attack was in every way identical with the first, except that a small degree of permanent narrowing of the glottis remained. A third attack, similar in every way to the first and second, developed in about a year and a half. Resultant from the last attack, remained a definite permanent narrowing of the glottis which measured about thirty per cent of its breadth posteriorly. Throughout all of these attacks there was only a slight huskiness of the voice, associated with the utterance of a few words, and rapidly followed by a noisy, labored and lengthened inspiration. Expiration was always quiet. Moving about or trying to sleep exaggerated the condition. Dr. Greenfield Sluder saw him in the third attack while I was absent from St. Louis.
Since the last attack the patient has remained in good health. He has not manifested in any way signs of an organic central nerve lesion.
This case seems to me to merit whatever study may prove necessary for a satisfactory understanding of the various points of interest connected with it.
Anatomically the posterior cricoarytenoideus muscle is somewhat fan shaped, arising by a broad origin from the depression which marks the posterior surface of the cricoid cartilage on each of the crista. Its fibers converge in a direction upward and outward, to be inserted into the outer angle of the muscular process of the arytenoid cartilage. Its nerve supply is from the recurrent laryngeal, in common with the other intrinsic muscles of the larynx.
Functionally the cricoarytenoideus posticus seems to accomplish two results, one depending on its uncombined, simple action -i. e., acting alone-when it rotates the arytenoid cartilage chiefly around the axis of its saddle joint and at the same time slightly around its vertical axis. In this wise the processus muscularis is turned toward the median line and downward, and the processus vocalis outward and upward. During inspiration the cricoarytenoideus posticus widens the glottis, and performs a similar action when deep or soft tones are produced. In addition to its simple uncombined action, it may act in combination with its antagonist, the cricoarytenoideus lateralis. When both muscles act together the rotatory action of each is counterbalanced, and there results the downward and outward pull along the diagonal joint surface, producing a widening of the rima.
The symptoms of cricoarytenoideus POStiCllS paralysis are quite characteristic. Since both vocal bands assume the median position, the glottis stenosis becomes severe, and in extreme cases the median border of the vocal bands approximate during inspiration. This narrowing of the glottis is explained in various ways. H. v. Ziemssen,1 F. RiegeI,2 E. Burow,3 and F. Semon 4 believe it a mechanical suction of the bands due to a negative pressure produced below the stenosis owing to the widening of the thorax during inspiration. O. Rosenbach 5 and H. BurgerS assert that also in quiet respiration the adductors are innervated after the paralysis of the abductors, and that then the impulses are only in the direction of the normal group of muscles. K. Gerhardt' thinks both explanations plausible.
The inspiratory dyspnea is ofttimes associated with stridor and sonorous inspiratory noises. The voice is slightly husky, while the utterance of a few words is rapidly followed by a noisy, labored and lengthened inspiration.~oving about or trying to sleep exaggerates the condition. Expiration is easy and noiseless.
The diagnosis of cricoarytenoideus posticus paralysis is made by the omission of its function from the living larynx picture. It being the only muscle which opens the glottis, the cord cannot be moved outward when this muscle is paralyzed. A distinction must be drawn between the picture resultant from an arytenoid anchylosis from perichondritis with a cord fixed in the middle line, and, a cord in this position from inability of the muscle to move it outward. In the former instance the line of muscle tension will be unchanged. In the latter there will be slight sagging outward, or maybe only flabbiness of the line produced by lack of tension; although this will be less than in the total cord paralysis of a recurrent trunk paralysis.
It seems to me that the diagnosis must always be made by the laryngeal mirror, although F. Riegel 8 thinks it almost possible without this aid. "However, often in tabetics the inspira-tory dyspnea may be absent, and the mirror must then come into play," he adds. The cord stands in the phonation position. It might be pushed into this position by a growth from below the level of the cord, or an interarytenoid scar might pull the cords together; but such sources of error ought to be easily recognizable, as a rule.
In the consideration of such a case comes at once into mind the law announced simultaneously and independently by F. Semon 9 and O. Rosenbach (1880),1°which has since become known as Semon's law-that the fibers supplying the abductors are more vulnerable than those supplying the adductors. So far as I can learn, however, this law is for trunk paralyses. In fact, I am unable to make out from the literature on this particular point that· there is recorded a case of peripheral posticus paralysis. It seems to me that all the material discussed is of trunk. origin. O. Chian l l emphas'izes the fact that he had never seen a case in which he could diagnosticate posticus paralysis as being of peripheral origin. H. Tilley12 records a case where a peripheral posticus paralysis may have been the lesion; but proof was not at his disposal.
The trunk of the recurrent laryngeal, with all its collateral bearings, I believe, is certainly to be excluded from this case because of the history of the three attacks and the behavior of the case for the three years which have elapsed since the last attack, the patient remaining in perfect health.
The socalled hysteric paralysis can also be excluded, it seems to me, from the course of the case over these six years' time. Also that none of the means usually successful with hysteric paralyses have had any influence upon it.
